myocardial muscle limited to the inner third of the myocardium. These changes are best seen in the left ventricle, but they may also be observed in the right ventricle where they are less severe (Fig. 1) . Histology Light microscopic examination shows a uniform picture. The normal architecture is preserved. The myocardial fibres from either ventricle or atrium, although hypertrophied, are usually attenuated as a result of dilatation, and measurements of the myocardial fibre diameters fall within normal range (5 -12 ,.m). The myocardial fibres which show the greatest attenuation lie close to the endocardium; towards the epicardium the fibres are usually thicker. The nuclear changes of hypertrophy are present which. if thinning of myocardial fibres is evident, suggests that hypertrophy is present (Fig. 2a) .
Fine fibrous replacement of only part of myocardial fibres is occasionally present, and two to three fibres may run into small foci of fibrosis. This is frequently seen in cases suffering from congestive cardiomyopathy, but it is by no means pathognomonic. This fine fibrous replacement may be scattered throughout the myocardium and differs in degree from the larger areas of fibrous replacement confined to the inner third of the myocardium, 
Aetiology
The aetiology of congestive cardiomyopathy, which enjoys a large number of synonyms (Cockshott, thorpe & Ikeme, 1967) , is unknown. Various theories have been proposed.
(1) Viral theory. A variety of viruses have been identified but definite proof is still lacking (Gardner et al., 1967; Fletcher & Wenger, 1968) .
(2) A deficiency in succinic dehydrogenase has been suggested (Kobernick et al., 1963) . In our own experience an increase has been consistently observed.
(3) Arteriopathy of the small vessels has been proposed (James, 1964) .
(4) An infective agent has been suggested (Baimbridge et al., 1967) but appearances observed by these workers have been variously explained as being due to toxic effects or artefact (Grist, 1967 ; Van Noorden et al., 1971 ). Hypertrophic cardiomyopathy with or without obstruction (diastolic compliance failure)
When patients with this disease come to necropsy, the striking abnormality in the heart is the asymmetric hypertrophy of the interventricular septum. Attention was drawn to this asymmetric hypertrophy by Professor Donald Teare (1958) . An abnormally placed anterior mitral valve leaflet has been described (Bjork et al., 1961; Bjork, 1964) but in our experience this has not been observed (Fig. 3) , although the anterior leaflet and, to a certain extent, the posterior leaflet, is occasionally thickened. This is a nonspecific feature, collagen being superimposed on to the 'deformed face' of the mitral valve cusps. This is secondary to mitral incompetence which is frequently present.
The extent of the abnormal fibres can be assessed by studying numerous longitudinal sections of the heart. They usually extend from the region of the apex to the aortic valve (Fig. 4) (Lannigan, 1965 
